The endotheliums proliferated most remarkably with platelet concentrated plasma (PCP) rein jetted in the blind tubes of rabbits' arteries and completely covered just around the surface of the platelet fibrin mass. But they did'nt react so remarkably with fibrin or red blood cells as PCP and in some cases of the latters the reactive proliferation of endotheliums remained to be the minimum or even could be hardly found.
The cultured endotheliums also grew and rose up to wrap the small fragments of platelet fibrin from a layer of the cultured endothelial sheet on the bottom.
Their nucli were large and hyperchromatic and it looked like tufting or budding architecture seen in an intravascular papillary endothelial hyperplasia. These findings show that rapid proliferation and covering of endothelium around the platelet fibrin flagments is important as well as infiltrative proliferation of the smooth muscle cells from a inner layer of media in intimal thickening. (Tokunaga, 1978) . We have had several times of clonings from one cell line made from typical endotheliums and we have convinced that the cultured endotheliums were pure.
INTRODUCTION
The second experiment was car- ried out by using the subcultured endotheliums mentioned above. Human whole blood was kept in a dark cold room for a night and the blood separated into serum and clot. The latter was out in small pieces and they were gently put on the sheet of cultured endotheliums preparely subcultured on the bottom of spitze glasses.
The culture media were exchanged sometimes. The platelet concentrated plasma had a more higher density of platelet than platelet rich plasma. The endotheliums more rapidly proliferated and infiltrated into the thrombus in the former than the latter.
In both cases their organization accomplished within 14th day.
In both cases of whole blood and red blood cell rich plasma, a thrombus like material appeared very lately. Therefore, the endotheliums also slowly reacted with both cases of them.
In the cases of red blood cell rich plasma an appearence of the thrombus like material and a reaction of the endotheliums were more slow than the cases of whole blood.
Moreover, in the cases of red blood cells only, the reactive proliferation of endotheliums could be hardly found or remained to be the minimum even on the 14th and 21st day.
In the cases of fibrin, the endotheliums of carotid arteries degenerated and subsequently fell into necrosis in early days and also the reactive proliferation of endothelium could be hardly found, and an inflammatory cellular infiltration were recognized throughout the all layer of the • vascular wall on the 14th day.
Electron microscopically, the endotheliums covered all over the surface of the thrombus in the cases of platelet concentrated plasma already on the third day. The cell had a spindle nucleus and cytoplasma.
They had a small amount of vesicles and had a scanty of vesicla and orgnelles and desmosome like architecture was seen at the intercellular junction of the adjacent cells of each other.
They were seemed to correspond with the endotheliums which had covered the each surface of the small pieces in which the thrombus Was separated on the 7th day. On the 14th day the platelet concentrated thrombus was organized and it was exchanged to macrophage like cells, fibroblastic cells, and smooth muscle like cells. Reaction of cultured endotheliums and blood clot : It was seen that the endotheliums grew and rose up to wrap the small fragments of platelet fibrin from a layer of the cultured endothelial sheet and every fragments were enveloped by two or three endotheliums on the third day's incubation.
The endotheliums increased in cellularity and their nucli were large and hyperchromatic.
However, there were no findings of cell proliferation of covering the clots made of red blood cell mainly. On the 9th day the proliferating endotheliums rapidly enveloped around the platelet fibrin, moreover, infiltrated among the platelet fibrin masses and separated them into small fragments. Each of the small fragments was entirely enveloped by a few endotheliums which nucli were large and hyperchromatic and increases in cellularity (Fig.  3) . They looked like a tufting architecture seen in an intravascular papillary endothelial hyperplasia. The endothelial proliferation and covering were not seen in the area of the clot made from red blood cell mainly at all. On the 28th day, the mass of Fig. 4 (Fig. 4) (Malczak, 1977 ; Reidy, 1977; Stemerman, 1977; Hirsch, 1977) . They were discussed about the role of smooth muscle cell proliferation from inner layer of media as the atherosclerotic lesion with f ibrotic intimal thickening which began as platelet deposition and aggregation on the subendothelial layer. In our experiments, on the contrary, the endotheliums were kept not being injured. We observed reciprocal reaction between endotheliums and blood components. When the each blood component was reinjected into the blind tube of each rabbit carotid artery, it could be observed the pure reaction between the each blood component and the endotheliums.
The endotheliums proliferated most rapidly on the platelet concentrated plasma, but not on the platelet poor plasma.
An ability of the endothelial proliferation was almost parallel to density of platelets, in the cases of red blood cell only in which platelet was sparse the endothelial proliferation could not been observed at all.
The second experiment was carried out by almost purely cultured endotheliums.
When blood clot was placed on a layer of endothelial sheet subcultured in advance, the endotheliums rapidly proliferated and took an architecture similar to a budding or tufting one seen in an intravascular papillary endothelial hyperplasia (Clearkin, 1976 
